[Atypical cutaneous infections with genital HPV].
Not only does genital "high risk HPV 16" play a significant role in cervical carcinomas, it is also the most commonly found mucosal virus in groups of well-defined but atypical infections on the skin. In this group are included 1. Bowen disease, 2. squamous cell carcinomas on fingertips and nail units, 3. squamous cell carcinomas of eyelids and conjunctiva, 4. papillomas and squamous cell carcinoma of the external auditory canal. Bowen disease is a carcinoma in situ with a good prognosis and usually does not turn into a Bowen carcinoma. There is a close relation to genital high risk HPV, but integration of HPV 16 DNA into the cellular genome is rarely found in Bowen disease, and seems to appear only when there is a development into Bowen carcinoma. It is unclear how mucosal HPV infect the skin. Most authors assume that genito-digital inoculation occurs. However, in many cases of cutaneous Bowen disease there is no evidence of genital change and in most reported cases there is no immunosuppression. Similarly, in the case of rare carcinomas of fingers and nail units HPV 16 and HPV 16 - related types seem implicated. There is an almost universal assumption that infection here occurs via genital-digital contact. Immunosuppression, for example due to organ transplant or HIV infection, accelerates the emergence and spread of carcinomas. The mechanism of these types of carcinogenesis appears to be similar to that of the formation of cervical carcinomas. Although the central role in triggering carcinogenesis is played by persistent HPV infection, as is the case in cervical carcinoma, further factors must play a part, for example the condition of the immune system. Loss of immunological control can lead to a lasting proliferation of HPV infected cells. Additional factors such as UV light and toxic substances may enhance carcinogenesis, by lowering local tissue immunity and thus reducing intra-cellular control.